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March 16, 2010:1163–7nalysis. Also, target lesion could not be identified in 8 patients
ith ACS, because of multiple vessel disease, and were excluded.
urthermore, the lower proportion of 2-feature positive plaques in
ur report is because of different study populations; most of the
ntravascular ultrasound studies had included patients who needed
ercutaneous coronary intervention. The range of Framingham
isk score in the patients with 1- or 2-feature positive was 3 to 56;
he risk score in the patients with 1-feature positive plaques was 16
8 and 19  13 for patients showing 2-feature positive plaques.
e agree with Dr. Alfonso that plaque rupture does not provide a
omplete spectrum of ACS. It would be necessary to develop
trategies for identification of plaques resulting in ACS from
laque erosions and calcified nodules. However, identification of
uch substrates at least by computed tomography angiography
ould be rather difficult.
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iastolic Dysfunction in Aortic
tenosis and Arterial Stiffness
read with interest the recent paper (1) describing increased
ortality in asymptomatic patients with at least moderate aortic
tenosis (AS) who have an increased valvuloarterial impedance
Zva) (total left ventricular [LV] afterload including arterial pres-
ure). Total LV afterload explains 2 common scenarios often
ncountered in clinical practice, that of severe AS associated with
ow aortic valve gradient and normal LV systolic function as well
s that of symptoms in some patients with moderate AS. The
rticle implies that the phenomenon of low cardiac output is
elated to increased LV afterload from both AS and systemic
rterial hypertension. I would propose another variable that con-
ributes to low cardiac output as well as heart failure symptoms in
his cohort , that of ventricular stiffening and diastolic dysfunction.
rterial stiffness is associated with diastolic LV dysfunction (2).
side from LV afterload, LV pre-load and diastolic filling param-
ters may contribute significantly to the reduced stroke volume and
ardiac output. Enlarged left atrial volume index as well as grade II
r greater diastolic dysfunction, indicating compliance abnormality
nd elevated LV end diastolic pressure may be indicators of
iastolic dysfunction in this group. A review of Table 1 in their
ata (1) shows that diastolic dysfunction prevalence was compa- hable in patients with the 3 categories of Zva 3.5, 3.5 to 4.5, and
4.5 mm Hg/ml. However, the grade of diastolic dysfunction was
ot quantified or presented. Diastolic dysfunction is expected in
his cohort of patients with AS, increased LV mass, hypertension,
nd mean age of 66 years. However, it is the grade of diastolic
ysfunction that may help to determine its potential role in causing
educed LV diastolic volume as well as potentially increased
ulmonary venous congestion and elevated pulmonary artery pres-
ure, and in turn, heart failure symptoms. The data on pulmonary
rtery pressure also are not presented in their report. Table 1 of
achicha et al. (1) does show reduced diastolic volume (96  25
l vs. 111  27 ml) in those in the highest Zva versus lowest Zva
roups. Although increased relative wall thickness may explain
educed diastolic volume, diastolic dysfunction may be an impor-
ant contributor. In addition, atrial fibrillation, another common
linical problem in this group of patients, may coexist, further
educing the atrial contribution to cardiac output. It remains
nclear from the report whether patients with atrial fibrillation
ere included. Evaluation of both LV pre-load and afterload,
long with hemodynamics of aortic valve obstruction, may be
mportant parameters to evaluate in clinical practice in patients
ith AS.
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sefulness of Valvuloarterial
mpedance to Predict Adverse
utcomes in Patients With
symptomatic Aortic Stenosis
achicha et al. (1) have proposed the use of valvuloarterial
mpedance (Zva) to improve risk stratification and clinical decision
aking in patients with asymptomatic severe aortic stenosis (AS).
owever, some questions remain unanswered.
The first critical task in the management of AS is accurate
ssessment of its severity and overall clinical impact. Because Zva
oes not separate relative contributions of AS and the associated
ypertension, high resistance, and low arterial compliance of the
